OSTERIOR communicating artery aneurysms can notoriously present in patients with third cranial nerve palsy caused by direct compression. Enhancement of the cisternal portion of the third cranial nerve, although commonly associated with neoplastic and inflammatory conditions, has not yet been reported in association with an unruptured PCoA aneurysm. We report on a patient whose unruptured PCoA aneurysm caused enhancement of the third cranial nerve on MR images as well as CSF pleocytosis.
Case Report
This 50-year-old woman presented with acute right retroorbital pain followed by headache and diplopia. Neurological examination demonstrated complete third nerve palsy with pupil involvement and no meningeal signs. Results of MR imaging were normal. A lumbar puncture performed 2 days later revealed clear CSF with no xanthochromia, 0 red blood cells, nine white blood cells with 97% lymphocytes, protein 41 mg/dl, and glucose 65 mg/dl. No infectious or inflammatory cause was identified for her palsy. Her headache had resolved and a diagnosis of ophthalmoplegic migraine was considered. Repeated MR images and MR angiography studies obtained 3 weeks later demonstrated enhancement of the distal cisternal segment of the right oculomotor nerve (Fig. 1 left) and a PCoA aneurysm. The patient was referred for neurosurgical consultation and a cerebral angiogram confirmed a 10-mm right PCoA aneurysm ( Fig. 1 right) . At surgery, the third cranial nerve appeared compressed by the aneurysm. No evidence of hemorrhage or xanthochromic CSF was noted, although the arachnoid membrane appeared thickened around the compressed nerve. One year postsurgery, the patient has attained substantial recovery from her third cranial nerve palsy.
Discussion
The development of an acute oculomotor palsy involving the pupils is indicative of rupture or expansion of an anterior circulation artery aneurysm. 5 The delay in diagnosis in this case serendipitously allowed us to evaluate lesserknown features of aneurysm expansion: enhancement of the third cranial nerve on MR images and mild CSF pleocytosis. Pleocytosis without xanthochromia typically arises from infectious, inflammatory, or infiltrative origins. Our patient demonstrated a mild elevation in white blood cell count with no xanthochromia or intraoperative evidence for aneurysm rupture. We postulate that the CSF pleocytosis represents a sterile inflammatory reaction secondary to acute aneurysm expansion because many unruptured aneurysms of larger size do not demonstrate pleocytosis from mass effect.
Enhancement of the cisternal segment of the third cranial nerve on MR imaging is commonly seen in inflammatory neoplastic processes or atypical migraines and may be observed in the absence of clinically evident ophthalmoplegia (Table 1) , [1] [2] [3] [4] 6 but it has not been reported in association with PCoA aneurysms. In contrast, ischemic pupil-sparing third 
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Oculomotor palsy from an unruptured posterior communicating artery aneurysm presenting with cerebrospinal fluid pleocytosis and enhancement of the third cranial nerve cranial nerve palsies are not associated with contrast enhancement. 6 In the patient described herein, contrast enhancement was absent on the first and present on the second MR image, which was obtained 3 weeks after the onset of symptoms. We suggest that persistent compression of the third cranial nerve by an expanding PCoA aneurysm resulted in inflammation and local breakdown of the blood-nerve barrier. 
